Fig. 6.9 Contact dermatitis. Note oedema of epi-
dermis and perivascular infiltration of lymphocytes
in the dermis. The patient had developed hypersen-
sitivity to chromium salts used as a hardener in
cement, x 110.

presumably as nickel salts which can combine
with skin proteins. Contact with some plants,
e.g. poison ivy and primulas is another
common cause, and cases also occur from the
use of hair dyes, such as paraphenylene dia-
mine, which, of course, bind firmly to keratin.
Contact dermatitis results also from applica-
tion of various medicaments to the skin. It is
noteworthy that any individual can be sen-
sitised to various chemicals, and contact der-
matitis can thus be induced, but nevertheless
some people appear to develop it more readily
than others. This is seen in the use of various
adhesive surgical dressings which usually pro-
duce no reaction but in some instances lead to
contact dermatitis, and a similar effect may
result from wearing rubber face masks.

It is important to appreciate that the above
account is an oversimplification. In many in-
stances, hypersensitivity to drugs or chemicals is
extremely ccknplex and the clinical features
often conflict with the results of the various
available tests for hypersensitivity. With the
ever-increasing number of chemicals used thera-
peutically and in industry, it is not surprising
that hypersensitivity reactions, particularly
those manifested in the skin and mucous mem-
branes, are becoming increasingly common.
Apart from the possession of highly reactive

Hypersensitivity reactions    161

groups by which they can bind to proteins, it is
not yet known what properties of a substance are
related to the likelihood of its stimulating the
development of hypersensitivity. Individuals
predisposed to atopy and patients with systemic
lupus erythematosus are prone to develop drug
hypersensitivities, but, apart from this, predis-
position to drug reaction is quite unpredictable.

Auto-immunity and auto-immune
diseases

Some confusion exists over the definitions of
auto-antibodies and auto-immune diseases.
Auto-antibodies may be defined as antibodies
which react with the individual's own normal
body constituents (which may accordingly be
termed auto-antigens). This definition excludes
antibodies which react only with body constitu-
ents which have been altered, for example by a
haptenic drug, and so have become 'foreign' to
the individual (see above). The definition does
not, however, assume that normal body con-
stituents have necessarily stimulated the produc-
tion of the auto-antibodies. For example Strep-
tococcus pyogenes possesses antigens similar to
constituents of human myocardium and a
streptococcal pharyngitis can induce antibodies
which react with normal myocardium (p. 415):
these qualify as auto-antibodies. Within this
definition, auto-antibodies to several cell pro-
ducts or constituents are quite commonly present
in the serum of individuals both with and without
clinical evidence of disease: they include, for
example, antibodies to thyroglobulin, to thy-
roid epithelial cells, to gastric parietal cells and
to the deoxyribonucleoprotein of cell nuclei.
These antibodies all react in vitro with the indi-
vidual's own body constituents and with those
obtained from others, so that they are accept-
able as true auto-antibodies.

Although auto-immunisation occurs without
clinical disease, it is strongly associated with a
number of diseases. For example, most ap-
parently normal individuals with thyroid auto-
antibodies have been shown to have sub-clini-
cal chronic thyroiditis, and patients with more
severe, clinically apparent chronic thyroiditis
usually have high titres of thyroid antibodies.
Similarly, high titres of antibodies to deoxy-
ribonucleoprotein occur especially in patients
with the connective tissue diseases, and par-
ticularly in systemic lupus erythematosus.